The renotropic effects of testosterone and testosterone propionate have been demonstrated repeatedly in mice and rats (1, 2, 3) . Whether or not the induced increase in size and weight of the organ is associated with any enhanced functional capacity thus far has not been determined. It has been found, however, that the administration of testosterone propionate to female castrated dogs will augment the maximum tubular secretory capacity but does not influence the creatinine clearance (4) . That testosterone propionate is particularly effective as a renotropic agent in rats and dogs which develop compensatory hypertrophy of the remaining kidney after unilateral nephrectomy has been indicated (5) . In these animals, the increase in mass of the kidneys was paralleled by an increase in both glomerular filtration rate (inulin clearance) and tubular excretory mass (TmD termination of renal blood flow, the plasma concentration of PAH was maintained at levels of from 1.0 to 3.1 mgm. per cent.
2. The rate of glomerular filtration was measured by the clearance of mannitol (CM) (7) . Plasma levels of mannitol during these observations ranged from 125 to 168 mgm. per cent.
3. The tubular excretory mass was indicated by the clearance of PAH when the plasma concentration of that compound was greater than 66.5 mgm. per cent (TmpAH). 4 . The maximal rate of tubular resorption of glucose (TmG) was measured at plasma glucose concentrations above 350 mgm. per cent (8) . All determinations were checked both before and immediately after the administration of the hormones.
In a previous communication (9) The essential data are presented in Table I . Before the administration of the steroids, the values obtained for CM, CPAH, and TmG in the normal subjects, the patients with essential hypertension, and those with chronic pyelonephritis agree well with those found by other investigators in similar clinical material (8, 10, 11) . However, it is interesting to note that although the eunuchoid male consistently had normal arterial tension and no history of renal disease, the values of CM, CPAH, and TmPAH were all abnormally low. Whereas the administration of the steroids might not increase renal function in normal subjects above their normal level, the compound might increase depressed function of the diseased kidney. For this reason, patients with impairment of renal function were included, but in these, too, the administered hormones were without measured effect.
CONCLUSION
The administration of testosterone or testosterone propionate in amounts presumed to be adequate for renotropic effects did not alter significantly the rate of glomerular filtration, renal blood flow, the maximum rate of tubular secretion of p-aminohippurate, or the maximum rate of tubular reabsorption of glucose in 4 normal subjects or in 5 patients with impaired renal function.
